We present a 48-year-old male, otherwise healthy patient, who suffered from severe upper abdominal pain because of acute cholecystitis. As the patient experienced two episodes of syncope while awaiting cholecystectomy, he was put on telemetric ECG surveillance, which revealed a single episode of complete atrioventricular (AV) block without escape rhythm for 9 s (Fig. 1) . However, the laparoscopic cholecystectomy was performed as scheduled, revealing a severely inflamed gallbladder with ulceration. The procedure was uneventful as well as postoperative surveillance in the ICU. Postoperatively, there were no more abnormities in the ECG, especially no recurrence of bradyarrhythmias. The patient recovered quickly and completely from surgery. Echocardiography, 48-h ECG, exercise ECG, carotid sinus massage, coronary angiography, and electrophysiological testing postsurgery were entirely unremarkable. Thus, the patient was discharged in good health without a cardiac pacemaker. During the following year, no more episodes of discomfort were reported, and monthly cardiological check-ups revealed no abnormalities.
Discussion
Electrocardiographic changes in patients with acute gallbladder disease are known since 1971, when O'Reilly and Krauthammer [1] first described reflex bradycardia in two patients with cholecystitis. Other ECG abnormalities, like unspecific ST-T wave changes and right bundle branch block in association with acute cholecystitis even in the absence of heart disease were mentioned in the literature [2] . The reason for these changes is thought to be a vagally mediated cardio-biliary reflex [2] . Recently, AV nodal block because of vagotonic reflexes was described in five patients in a case series of 20 patients with paroxysmal AV block [3] . According to this, vagally mediated AV blocks were observed in different circumstances, that is, during left vagus nerve stimulation for epilepsy, or induced by carotid sinus pressure, by gastric dilatation, and by deep inspiration. The authors of the latter presumed a syndrome reflecting hyperresponsiveness of the AV node to vagotonic reflexes producing recurrent syncope [4] . Our previously healthy patient experienced three episodes of syncope. The third one was electrocardiographically documented, revealing a second-degree heart block followed by a complete AV block for 9 s while awaiting cholecystectomy for acute cholecystitis. Cardiac pacemaker implantation was not performed, as, postoperatively, there was no recurrence of arrhythmias or symptoms, and cardiac examination including electrophysiological testing was unremarkable. There is only one case report describing a neurally mediated syncope and complete AV block because of chronic cholecystitis [5] . Analogous to our patient, the arrhythmia completely resolved after removal of the gallbladder. But, the patient died on the first postoperative day because of massive upper gastrointestinal bleeding [5] . Our patient completely recovered and is in good health 12 months postoperatively with out recurrence of syncope. After ruling out any cardiac disease thoroughly and according to the fact that the arrhythmia disappeared after removal of the gallbladder, our case likely represents a correlation between cholecystitis and AV block, although causality is not definitively proven. At least, there is a strong suspicion for the presence of a cardio-biliary reflex. As acute cholecystitis is a treatable cause of newly diagnosed AV block, immediate cholecystectomy should not be deferred. Anticonvulsant hypersensitivity syndrome (AHS) was first described by Chiken et al. in 1950. It is an unpredictable and potentially severe reaction with an incidence ranging between 1 in 1000 and 1 in 10 000 exposures. Its importance has now been fully acknowledged, as it represents the major cause of hospitalization for dermatologic complications in patients under treatment with anticonvulsant drugs [1, 2] .
Cross-section study about anticonvulsant hypersensitivity syndrome in Tabriz
Anticonvulsant drugs cause a characteristic hypersensitivity reaction. This reaction typically presents with fever, rash and lymphadenopathy accompanied by several serological alterations including elevated liver enzymes, hematological abnormalities and proteinuria [3, 4] . This rare syndrome is most frequently associated with aromatic anticonvulsants. The mechanism of AHS, which can occur 1-8 weeks after intake of an anticonvulsant, is unknown, however, it has been proposed that aren oxides, the toxic metabolite of aromatic anticonvulsants, could bind to cellular macromolecules causing cell necrosis or a secondary immunological response [5] .
Antiepileptic drugs frequently cause cutaneous eruption, especially during initiation of new therapy. In addition Telemetric ECG revealing transition from second-degree atrioventricular (AV) block to third-degree AV block without escape rhythm.
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